We report a 29-year-old 
Introduction

Thrombosis is one potential complication in patients with malignancies who undergo surgery, radiation, or chemotherapy (1). The relationship between neoplasms and thromboembolic diseases was first described by Trousseau in 1865, when he reported a high frequency of venous thrombosis in a series of patients with gastric carcinomas (2). Trousseau's syndrome is defined as spontaneous, recurrent or migratory episodes of venous thrombosis, migratory thrombophlebitis or arterial emboli due to non-bacterial thrombotic endocarditis, or any combination of these, occurring in patients with underlying or undiagnosed malignancy
. Thus, the term Trousseau's syndrome is used broadly to refer to any form of excessive coagulation associated with cancers (3) . The most commonly associated tumors are mucin-producing adenocarcinomas originating in the lungs, breasts, or alimentary tract (4) , which frequently cause microangiopathies induced by hypercoagulability and resultant disseminated intravascular coagulation (5, 6) . Moreover, the vascular toxicity caused by the chemotherapy may in itself increase the risk of stroke (7) . Since the first report in 1983 (8) , a number of patients with an ischemic cerebrovascular complication have been reported after antineoplastic treatment including cisplatin alone or in combination (9) (10) (11) (12) (13) (14) . The frequency of this complication was reported to be very rare, counting less than one in 2,000 treated patients (12) F i g u r e 2 . A d i f f u s i o n ma g n e t i c r e s o n a n c e i ma g e t a k e n 1 h o u r a f t e r t h e o n s e t o f r i g h t h e mi p l e g i a . T h e b r i g h t a r e a o f t h e l e f t c e r e b r a l h e mi s p h e r e d e mo n s t r a t e d a c u t e i s c h e mi c c e r e b r a l i n f a r c t i o n . A 29-year- Fig. 2 ). Four-vessel cerebral angiography revealed occlusion of the left M1 segment of the MCA (Fig. 3A) . Carotid angiography also demonstrated irregularity of the orifice of the left internal carotid artery (Fig. 3B) . Moreover, vascular ultrasonography of the left carotid artery demonstrated a manifest carotid plaque at the orifice of the left internal carotid artery (Fig. 4) (18) . Direct endovascular damage induced by cisplatin has been reported (19) . Free radical-induced lipid peroxidation may also play an important role in the pathogenesis of cisplatin-induced endothelial injury (19) . Such endothelial injuries cause intimal thickening (20) , and can lead to platelet aggregation at the site of endothelial injury. This can cause the local accumulation of several mediators that promote platelet aggregation and vasoconstriction (21) , and lead finally to the occurrence of a thrombus. Therefore, it is reasonable to argue that cisplatin-induced vascular endothelial injury might have been present at the orifice of the left internal carotid artery and contributed to the production of a thrombus.
Case Report
Second, this patient had a mucin-producing signet ring cell adenocarcinoma of the stomach. Such tumors may secrete abnormally glycosylated mucins and mucin fragments into the blood stream, which are associated with coagulopathies (22) . As Trousseau's syndrome was originally reported to be associated with mucin-producing adenocarcinomas (23) , some early studies suggested that secreted mucin might act as a procoagulant for hypercoagulopathy (5 (18) , which are also considered to be associated with endothelial injuries (10, 24, 25) , although the precise mechanism remains unclear. Indeed, protein C can be modified by proteolytic enzymes released by endothelial injuries (26) . Moreover, cisplatininduced hypomagnesemia resulting from renal tubular injury increases vascular smooth muscle contraction and contributes to hypercoagulability (18) . The incidence of hypomagnesemia was reported as ranging from 76% to 87% after cisplatin-based chemotherapy (27, 28 
